Primary Biliary Cirrhosis (PBC) is considered as a model of organ-specific autoimmunedisease based on the serologi- Ohno and colleagues, in this issue of the Journal, report a patient diagnosed with E-coli-induced pyelonephritis and sepsis, and also exhibiting findings indicative of PBC including markedly increased hepatobiliary enzymes and elevated anti-mitochondrial antibodies (2) . Interestingly, these abnormal laboratory data returned to normal after the infection was alleviated.
The authors speculated that the infection of E-coli in this patient induced the production of antibodies against E-coli PDC and other components, and antimitochondrial antibody reactive to PDC in biliary epithelial cells was produced due to cross-reactivity.
See also p 1144.
There is no solid data supporting the role for microbial agents in the etiology of PBC (3). Nevertheless, molecular mimicry for an extrinsic protein of an infectious agent has long been suggested as a possible initiating event in PBC. PDC-E2, particularly its inner lipoyl domain with a lipoated lysine residue, is highly conserved between bacteria, yeast and mammals (4) . AMA has been shown to react with both human and bacterial mitochondria (5 Shimoda et al have demonstrated the presence of molecular mimicry at the CD4 T cell clonal level between human and E.
coli PDC E2 (15). Molecular mimicry in PBC has also been analyzed at the CD8 T cell level. Alignment algorithms were used to search for amino acid homologues between PDC-E2i59-i67, the newly identified MHC class I restricted epitope, and microbial proteins (16). Agnostic effects of these homologous peptides on the PDC-E2 specific cytotoxic T lymphocytes (CTLs) were assessed. PDCE2i59_i67-specific CTLs cross-react with a partially homologous peptide derived from Pseudomonas aeruginosa. The mechanisms involved in the breakdown of selftolerance is one of the most important issues in defining the basis of PBC. Breakdown of tolerance to PDC molecule at the B-cell level has been shown in a murine experimental model. In contrast, the breakdown of T-cell tolerance to PDC was difficult to achieve (17). It has also been demonstrated that AMAalone does not induce an immune response to the normal biliary cells. In the case presented in this Journal, the patient has elevated hepatobiliary enzyme as well as antimitochondrial antibodies (2) . 
